The results of a prospective study of 20 cases of newly diagnosed Hirschsprung's disease (nine of whom developed enterocolitis) and 10 normal controls showed no variations in the bacterial flora (including Clostridium difficile) in the stools of the groups studied. Viral studies showed that rotavirus was present in the stools of seven of the nine cases of enterocolitis during the episode. We suggest that Hirschsprung's enterocolitis may have a complex infective aetiology and that rotavirus plays a part.
Hirschsprung's disease (congenital intestinal aganglionosis) is an important cause of functional intestinal obstruction in childhood occurring once in every 5000 live births. ' The most severe, potentially life threatening complication is Hirschsprung's enterocolitis, and it is estimated that 5% of patients with Hirschsprung's disease will die of it. It can occur at any time during the course of the disease, irrespective of age, sex, or method or timing of management,24 and is characterised by abdominal distension, diarrhoea, fever, and hypovolaemic shock. Vomiting is an uncommon feature. The diagnosis is made clinically and confirmed radiologically showing colonic dilatation, mucosal ulceration, gastrointestinal hypermotility and sometimes pneumatosis coli-although this is less common in Hirschsprung's than in necrotising enterocolitis.
The aetiology of Hirschsprung's enterocolitis is uncertain, although many theories have been advanced including proximal colonic dilatation with resultant mucosal ischaemia and bacterial invasion,5 and hypersensitivity to bacterial antigens. 6 More recently, Clostridium difficile and its toxin have been implicated,7 8 although many healthy neonates and infants excrete toxin secreting C difficile in their stools.9 10 The aim of this study was to assess prospectively the microbiological flora (bacterial and viral) Results There were 17 boys and three girls with ages ranging from 5 days to 2 years (mean 8-6 months). All cases were treated initially by fashioning of a defunctioning colostomy followed by anorectal myectomy (mean age 9 months), and anterior resection (mean age 11-4 months).
Nine cases subsequently developed enterocolitis, one before diagnosis of the Hirschsprung's disease and the remainder within one month of the defunctioning colostomy. Three had further episodes after anterior resection. There was no seasonal variation in incidence, five cases occurring during the winter, two during the summer, and two during the autumn. All responded to conservative management with intravenous fluids, parenteral antibiotics, and colorectal lavage. 
Discussion
Unlike previous studies,7 8 this study has failed to isolate any specific organism that could be implicated in the pathogenesis ofHirschsprung's enterocolitis. C diffwcile was present in over half of the cases studied and there was no variation among the groups, thus confirming previous reports that this organism is a commensal within the infant gut.9 10 There were, however, more patients with C difficile toxin in the stools in the enterocolitis group, which may indirectdy implicate this organism.
Viral studies showed an interesting finding, in that rotavirus was isolated from the stools of seven of the nine patients who developed enterocolitis, despite not having been detected on initial investigation. Rotavirus is the commonest cause of gastroenteritis in childhood, having a peak incidence between 6 months and 3 years of age, and being most frequent during the winter. It is resistant to gastric acid and infects mature epithelial cells in the ileum, thus replicating and impairing absorptive and transfer functions and resulting in diarrhoea. Immunological defence against rotavirus is dependent upon IgA within the gut wall. Most babies have circulating maternal rotavirus antibodies at birth, but these decrease during the first six months of life, after which the child is susceptible to rotavirus infection. Breast feeding (maternal milk contains rotavirus antibody) gives some protection to the infant.
The findings of this study suggest therefore that rotavirus plays some part in the pathogenesis of Hirschsprung's enterocolitis, as there was no evidence of contact with rotavirus in these patients either before, during, or after their admission to hospital, and indeed the signs and symptoms of enterocolitis began outside the hospital environment in all cases. It seems unlikely that the episodes of enterocolitis were 'pure' rotavirus gastroenteritis, as in no case was vomiting a symptom.
We were, however, unable to explain from our results why these children were more susceptible-and subsequently overwhelmed-by this infection with generalised systemic illnesses whereas other children with the same underlying disease were not. 
